DIscussIoN
An asthmatic patient who exhibits pulmonary infiltrates radiographically, associated with an increase in symptoms and a peripheral eosinophiia, presents a difficult diagnostic problem. Scadding4 came to the conclusion that at least in Great Britain superinfection with and/or hypersensitivity to Aspergillus fumigatus was a common cause of this syndrome. Typically, a young male patient with extrinsic (atopic) asthma would develop a relatively sudden exacerbation of symptoms, eosinophilia, a pulmonary infiltration, and have a prompt and dramatic response to corticosteroids. The clinical picture was not unlike the case we are presenting. The radiographic findings differed in that they consisted of a segmental infiltrate as opposed to the bilateral, diffusely mottled consolidation present in our case.
Characteristically, aspergillosis may be demonstrated as a "fungus ball," a secondary invader of devitalized tissues or an opportunistic infection in a patient with compromised immunocompetence. All of these situations are rare in asthmatics and were not demonstrated in our case. More commonly, the syndrome is thought to represent a hypersensitivity to the fungus per se and the organism may be cultured from the sputum if multiple specimens are examined. Serum precipitins to aspergillus often develop. Cultures of both our patient's sputum and the tissue removed by lung biopsy were negative for fungi. Serum precipitins were not demonstrated. Our overall impression is that hypersensitivity to Aspergillus fumigatus was probably not responsible for the radiographic changes observed in our case.
The single isolation of Mycobacterium kansasli from our patient's sputum is difficult to interpret, but we do not believe it is of clinical significance. Several other cultures of the sputum were negative for mycobacteria. None was demonstrated to be present in the lung tissue removed at surgery either by special stains or culture and the patient improved while being treated with corticosteroids though he was never covered by antituberculosis chemotherapy.
Hypersensitivity reactions involving the lungs have been extensively reviewed. Liebow and Carrington5 '6 have classified these reactions as exudative infiltrates, necrotizing bronchitis, asthma, pulmonary eosinophiia syndromes, vasculitis, collagen disease, sarcoid-like infiltrates, and miscellaneous types.
These types of findings may be seen with or without a known cause. Lung biopsy may be helpful, both to identify or exclude a specific cause and to determine whether the features often seen with allergy were found. These include an eosinophilic or plasmacytic infiltration, angiitis, or granulomatosis. Some of the causes of pulmonary eosinophilia syndrome developing in asthmatics have been reviewed by Ford7 and include parasites, and infections (fungal, etc). No evidence of parasitic, bacterial, or fungal infection and/or infestation was found in this case.
Necrotizing granulomata with vasculitis have been reported in several conditions. Wegener's granulomatosis limited to the lung has similar microscopic features, but is usually associated with lower lobe involvement, cavitation in one-third of the cases, and microscopic evidence of infarction. None of these findings was present in our case. The findings in the Churg and Strauss syndrome may include pulmonary granulomatosis and vasculitis, but this condition often exhibits findings in other organs. 8 No evidence of extrapulmonary involvement was found in our case. Drugs have been implicated as being associated with acquired pulmonary disease in otherwise healthy patients5'1#{176} and asthmatics , Pulmonary grandomatosis with bronchiolitis obliterans was noted by Liebow and Carrington as complicating the course of an asthmatic, but the details of the case were not described. Presumably, it could have represented a hypersensitivity reaction. The same authors, however, refer to a previously reported case of a 59-year-old adult-onset asthmatic woman treated with intravenous sodium iodide who, for six months prior to her demise, experienced a relentless course of respiratory failure, eosinophilia, and segmental pulmonary infiltration. At autopsy, necrotizing vasculitis and granulomatosis were found. No cause was identified, Proliferative arterial lesions have been found in some treated and untreated control macaque monkeys in four of seven toxicity studies with CS.2 In these four studies, the proliferative arterial lesion occurred predominantly in the kidney, but was also found in other organs. The most characteristic feature was the focal proliferation of cells in the tunica media.
In view of a recent report of a patient taking CS who have the benefit of a lung biopsy, a hypersensitivity reaction to CS must be considered as a possible cause of our patient's condition. This case emphasizes the need for close and continued monitoring of patients receiving this compound.
